. These studies tend to show that nicotine administration produces an acute period ofweight loss (on reduced weight gain) followed by maintenance of body weight at a reduced level. Similarly, cessation of treatment leads to an acute period of weight gain followed by a return to the level maintained by nontneated rats. These nicotine-induced weight changes are reported to result from adjustments in the rats' adipose mass (13) .
Adjustments both in intake and expenditure apparently contribute to these nicotine-induced weight changes. There are reports indicating that intake by rats is reduced coincident with the administration ofnicotine (6, 7, (10) (11) (12) (5, 12) .
Cessation of nicotine administration was found to increase intake acutely (6, (10) (11) (12) .
Concurrently, the rate of energy cxpenditure in humans is acutely decreased on cessation of smoking (15, 16) . When body weight is restored to the level of nontncated subjects, intake too returns to normal (7, 12 Body weights of the rats of one nicotine-treated group (n = 5, #{149}) and one control group (n = 8, 0) were reduced by caloric restriction before nicotine administration began (day 1 1). A high-fat diet was used to increase the intake and body weight of the rats of another nicotine-treated group (n = 8, A) before nicotine treatment.
The remaining nicotine-treated (n = 7, ) and control (n = 8, 0) groups of rats were given ad libitum access to the standard diet throughout part I ofthe experiment (days < 0.01). Rats with restricted intake declined from 240.8 to 202.2 g over this same period (Fig 1) .
Body weight andfood intake. On receiving the nicotine implants on day 10, the following adjustments in the intake and body weight of the treated rats were observed. In the first 2 wk, food intake by the rats whose weight gain had been increased in the pretreatment period totaled 85 g (Fig 2) , a value 53% less than that (1 79 g) ingested by the control rats (t = 9.03, P < 0.01).
During this time their body weight declined by 36 g (-15%) from the pretreatment value (Fig 1) . The body weight of the untreated rats was stable over this period. Similar but smaller intake and weight adjustments were seen in the treated rats ofnormal body weight at the start of nicotine treatment (Figs 1 and 2 ). Over the initial 2 wk of treatment, they ingested 123 g, or 31% less than that ingested by the control rats (t = 7.03, P < 0.01). During this time their body weight declined by 23 g (-10%) (Fig 1) . Data are reported from only five of the nicotine-treated rats in the group whose weight was reduced before treatment. These five rats displayed an initial pattern of weight maintenance followed by weight gain (Fig I) . Their total intake during this 2-wk treatment period was 133 g, an amount still 26% lower than that of control rats (t = 4.67, P < 0.01) but higher than either ofthe rats treated at normal or increased body weights (123 and 85 g, respectively).
The remaining three weight-reduced rats responded adversely to the surgery and/or nicotine treatment. Figure 3 . An ANOVA performed on these data showed a significant effect of deprivation and weight loss on resting on basal expenditure (F = 14.0, P < 0.01) but no effect of nicotine (F = 2.203, P = 0. 1489). There was no nicotine-by-deprivation interaction (F = 1.949, P = 0.174).
As seen in Figure  3 
